sclerosis with gangrene; but we have no evidence for these. Deep venous phlebitis will not explain this cold, blue, pulseless foot.
WVhat about the heart? We are given no information pertaining to the cardiac examination. What cardiac condition must be considered? The most common cause for embolization is a left-sided lesion such as rheumatic mitral valvular heart disease, which may be silent for 36 years. There could be a mural thrombus; there is no evidence of a coronary thrombosis nor of aortic valvular involvement. Therefore, the first thing to think of is a leftsided cardiac lesion, primarily mitral. Barring that, we have to consider a congenital inoincyanotic type of cardiac malformation, the most common of which would be an atrial or ventricular septal defect. Even Ebstein's malformation of the tricuspid valve is a possibility. Since 20 to 30 per cent have a patent foramen ovale, it could be associated with a paradoxical embolus. Amyloidosis and some form of fibroelastosis are also possibilities.
December 1951. The patient was readmitted with a femoral artery embolus, and a left lumbar sympathectomy was performed. He then did well with a prosthesis until .t1 iiqst 1952, when he was readmitted for abdominal swelling of 3 months' duration, ankle edema, orthopnea, and dyspnea, with improvement following treatment for congestive heart failure. And still nothing is said about the cardiac findings.
AD)ULT FIBROAEASTOSIS WITH CONGENITAL TRICUS1PIJ) STE1NOSIS
The chills and sweats are interesting but did they last a week or V, and V2 reveal no evidence of right ventricular hypertrophy. There is marked depression of the S-T segment. The inversion of the T waves is consistent with myocardial anoxia or pericarditis. There are inverted T waves in aVR and an elevated S-T segment, which may be a sign of anoxia. The other findings here are still consistent with pericarditis or with myocardial anoxia.
In November 1954, the tracing shows low amplitude QRS, which goes with pericarditis or shock from any cause. Again there is anoxia. The T waves are very low. There is no evidence of right ventricular hypertrophy. AVL shows a Q and S, which could occur in a vertically placed heart. This might be a sign of clockwise rotation of the heart, which could follow pulmonary embolism with marked anoxia. But that is not too much help. Certainly no one is justified in diagnosing mitral stenosis from the electrocardiogram. Nor would I want to commit myself on interpretation of the x-ray films, which are consistent with pericarditis or with almost anything else but not with an uncomplicated atrial septal defect, because there is no evidence of definite increase in pulmonary blood flow. I will be surprised if this is an atrial septal defect or an intraventricular septal defect. The electrocardiograms are definitely against either of these conditions and merely indicate a pericarditis with anoxia. There is no evidence of coronary thrombosis.
The cardiac catheterization was very interesting because it revealed the following: normal pulmonary arterial pressure; right atrial pressure of 17 mm. Hg (20 cm. of water) with an "M"-shaped curve. Right ventricular pressure tracing showed diastolic dip and plateau. The heart weighed 400 (m. There, were extensive, but loose, pericardial adhesions. The right atrium was very large and dilated. Its septum was intact and the foramen ovale closed. Fairly recent thrombi in organization completely filled the right atrium. The tricuspid valve appeared steiiosed, measured 9 cm. in diameter and failed to admit 2 fingers ( fig. 3A) ) When the value was opened, the cusps, however, were not significantly altered, and the chordae tendineae were delicate ( fig. 3B) 3C ). This blind sac represents the hypoplastic inflow tract, or sillus, of the right ventricle. Apparently this area was incised during operation, and this may have contributed to the fibrosis. However, the endocardium here also showed excessive numbers of elastic membranes that doubtless are independent of the operation. The wall of the right ventricle showed diffuse myocardial fibrosis ( fig. 3C ). The tip of the blind sac contained mural thrombi in organization.
The pathway of egress of blood from the right ventricle remained a problem. The clinical assumption was made that an infundibular stenosis was present. Therefore, the pulmonary artery was opened; it appeared normal, as were the pulmonary cusps. The infundibular portion of the right ventricle, over which a metal clip indicated a surgical incision, was surprisingly dilated rather than stenosed. This infundibular area had a normal smooth wall. It extended to the supraventricular crista, which normally separates the smooth outflow tract from the inflow tract normally lined by trabeculae carneae.2' 3 In this instance, the crista was close to the tricuspid ostium and except for the blind sac, hardly any inflow tract existed ( fig. 4A ). We deal, therefore, with a hypoplasia of the right inflow tract, with fibroelastosis. The blood flowed through the stenotic tricuspid valve directly into the infundibular portion. This is compatible with the physical findings as well as the catheterization data. 
